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that urates were precipitated from the tissue fluids owing to a change
in the pH, a lowered alkalinity, set up by these necrotic changes. Garrod
found ulceration of the cartilage of the great-toe joint in 80 per cent of
persons over thirty years of age who had not had gout, which may
explain why this joint is so often attacked. It may further be noted that
gout usually affects the parts in which the circulation is most sluggish,
namely, the extremities, and also that it is at the time in the twenty-four
hours when the circulation is most sluggish that the attacks typically
occur.
There is some evidence that the end-products of disordered metabolism
may act in a similar way to those foods which induce attacks of urtic-
aria, asthma, and the like in susceptible subjects. This allergic effect
depends upon the tissues being sensitized in such a way that an excessive
reaction is produced by even minute doses of specific toxins. If such
an hypothesis proves to be correct, the articular symptoms of gout
would be of much the same character and induced in the same way as
those of serum sickness or possibly mterrnittent hydrar thro sis.
On this hypothesis the connective-tissue cells, and especially those of Deposition
cartilages, may have an inherited sensitivity or may be sensitized by
the long-continued absorption of certain toxins, and under these con- joints
ditions a dose of toxin may set up an allergic reaction with the symptoms
associated with gout. In the resulting small areas of necrosis the excess
uric acid in the blood is deposited, forming tophi or superficial incrusta-
tions of sodium biurate in the articular cartilages. These necrotic areas
can be recognized in radiographs as clear areas or erosions in the
articular ends of the bones, entering into the affected joints, especially
those of the great toe and fingers. The poor blood-supply and slow rate
of circulation in the cartilage are probably the most important factors in
determining the site of gout, and the liability of the great toe to injury
and the weight it has to bear are contributory factors. Gout is not
due to the local action of an infective agent, but sodium biurate
may be deposited in joints which have been damaged by bacterial
action.
Sir William Roberts demonstrated that sodium salts diminished the Solubility
solvent power of a fluid for sodium biurate. The solvent power of pure
water is 1 in 1,000, but that of a solution of salts in the same proportion
as present in blood serum is 1 in 10,000, and solutions of sodium salts,
whether alkaline like the carbonate or neutral like the chloride, have
the same effect. His view that uric acid was normally present in the
blood as a quadriurate which became converted into the less soluble
biurate by interaction with the alkaline carbonates is no longer accepted,
and it is believed that uric acid in the blood is normally in organic
combination, from which it is separated by the kidney. In gout a pro-
portion of the uric acid is present as sodium biurate, which is relatively
insoluble and readily thrown out of solution in the presence of salts of
sodium. Potassium salts appear to retard this precipitation slightly.
Synovial fluid and cartilage contain the highest proportion of sodium